To allow correlational analysis, we ignored experiments with less than 10 activating odorants (19 of 75 experiments) (5) . In contrast to the null correlation reported by Ma et al, we observed significant correlations in 11 of 12 mice (binomial, p < 0.003), as well as in 40 of 56 experiments (binomial, p < 0.0006), ranging from r = 0.65, p < 10 -11 , to r = 0.01, p = ns ( Fig. 1a ).
Some of the experiments conducted by
Ma et al provided more information than others. Particularly, the first three mice had complete datasets containing many more glomeruli (59, 44 and 61, compared to 17.4 ± 2 in the rest), and odors (94, 68 and 97, compared to 64 ± 24 in the rest). We therefore used these animals for continued in-depth analysis. We hypothesized that including odorants which failed to activate any of the recorded glomeruli may have skewed the results reported by Ma et al. To test this, we plotted the correlation between odorant structure and neural activity as a function of a threshold applied to the neuronal response. In other words, we removed successively larger numbers of odors that had only sporadic responding glomeruli. We observed that in all three animals, once this threshold assured that ~10% or more of the glomeruli were involved in each response (removal of 51, 43 and 43 odors respectively), the correlation between odorant structure and neural activity increased, particularly in the low concentration experiments (fromr=0.12; 0.28;and0.07tor=0.54;0.79;and0.18respectively,allp<0.0001) (Fig. 1b) . In other words, once we omitted odors with minimal overall response, an overwhelming correlation emerged (Fig. 1c ). We conclude, in contrast to Ma et al, that structurally similar odors activate common sets of glomeruli. 
